A healthy schoolboy, aged 131, complained on November 12, 1906, of shooting pains in both thighs and severe pain across the abdomen at the level of the anterior superior iliac spines. There was fever with delirium during the night and part of the next day, with continuance of abdominal pain. In the night of November 13 there were sharp pains in both legs, increased by movement, and on the following morning the boy could not leave his bed on account of loss of power in the legs. By November 16 he was quite helpless, and his mother noticed that he could not cough. He was unable to maove himself in bed, but the arms were not entirely paralysed.
J. B., A healthy schoolboy, aged 131, complained on November 12, 1906, of shooting pains in both thighs and severe pain across the abdomen at the level of the anterior superior iliac spines. There was fever with delirium during the night and part of the next day, with continuance of abdominal pain. In the night of November 13 there were sharp pains in both legs, increased by movement, and on the following morning the boy could not leave his bed on account of loss of power in the legs. By November 16 he was quite helpless, and his mother noticed that he could not cough. He was unable to maove himself in bed, but the arms were not entirely paralysed.
On admission, November 19 (eighth day of illness), he was found to be completely helpless, but free from pain. The voice was clear, but very weak, and there was an almost constant, toneless, non-explosive cough. The expression was natural, the face high-coloured and rather dusky. The boy was obviously gravely ill. Respirations were 40 per minute, but not distressed as long as the boy did not talk or exert himself; pulse 100, of good quality; heart normal. Sensation was everywhere normal. There was total flaccid paralysis of both lower limbs and buttocks, except faint flickering voluntary movements of the right peronei. The paralysed muscles did not contract to faradic or galvanic currents. The plantar and cremiiasteric reflexes and the kneejerks were absent; the sphincters were unaffected, except that a few unconscious evacuations occurred during sleep in the first ten days. There was no movement of the abdominal muscles during respiration, which was entirely thoracic, nor was any visible contraction elicited when the boy attempted to cough or to raise his head from the pillow. The diaphragm was paralysed. The abdoininal and epigastric reflexes were absent. The patient was quite unable to turn to either side, but could arch his back very slightly. The movements of the thorax were equal on the two sides, but deficient. There was paresis of all the nuscles of both upper limbs, especially the right. The extensors only contracted to strong faradic currents; the flexors reacted normally. There was no paralysis of the face, tongue, palate or pharynx. The ocular muscles were normal; the pupils were equal and dilated. Air entered the front of the lungs fairly; in the axillary regions the breath-Pasteur: A Case of Acute Anterior Poliomtyelitis sounds were weaker. The backs were not examiiined on account of the critical state of the patient.
Progress.-Except for the integrity of the soft palate and pharynx, the case, on admission, very closely resembled a widespread diphtheritic polyneuritis. The condition of the patient was most serious, the least attempt at disturbance or exertion causing a grave embarrassment of respiration. This critical phase continued for ten days after admission. The paralysis of the diaphragm had led to lobar collapse of the left lung, with secondary pneumonia. Cyanosis deepened, and breathlessness became so urgent that for several nights the boy could get no sleep. He was literally kept alive during this period by artificial respiration every two or three hours, very frequent inhalation of oxygen, and hypodermic injections of strychnine. There was moderate fever (100 F. or 1030 F.), with a termination by crisis on November 30. After this the boy began to gain strength slowly, and the constant hacking cough soon ceased. On December 5 it was possible to make a complete examination of the chest. The following note was made: " There is marked flattening of the subclavicular region on both sides. The area of visible impulse of the heart is increased. There is general shrinking and very little movement of the left chest. The intercostal spaces are depressed and do not fill up during respiration. The percussion note is dull all over the lower lobe and deficient over the remainder of the lung. The breathsounds are high pitched and tubular all over the base, with scanty crepitations. The stomach note rises as high as the sixth rib in the mid-axillary line. Physical signs more normal over right lung, except at extreme base, where air entry is poor and the percussion note somewhat deficient. There are no signs of diaphragmatic action."
Recovery of muscular power began early in December. It was mainly limited to the arms, neck and shoulders. By the end of the month the boy could make full use of his upper limbs, was able to turn himself over in bed, and could lift himself into the sitting posture. There was no power to move the pelvis and lower limbs.
Recovery of respiratory power was slower. At the end of January the left chest was still smaller than the right, the lung being only partially expanded, with weak breath-sounds and impaired percussion note. The diaphragm was still inert.
He returned from the convalescent home on March 21 in excellent health, but without any appreciable improvement in the paralysis, which had remained in statu quo as regards the pelvis and legs. There was, however, a marked recovery in the thoracic muscles. The subelavicular flattening had quite disappeared on the right, and was decidedly less obvious on the left. Air entered well on both sides. Electrically there was no response to faradism in the glutei and the muscles of the abdomen, thighs and legs on both sides. Elsewhere the reactions were those of health. This condition has persisted up to the present date, one year after the onset.
Case showing unusual situation of Gouty Deposit in the Olecranon Bursa.
By J. GRAHAM FORBES, M.D.
J. W., A labourer, aged 32, has suffered from gouty deposits in the ears, elbows and fingers for the last four to five years, i.e., since the age of 28. Tophi first appeared in the ears four and a half years ago, then the olecranon bursme becaimle enlarged, while the fingers and wrists have only been affected for the last two years. The patient, who has been a fairly heavy beer drinker for fourteen years, has never had an acute attack of gout, beyond being laid up for a week two years ago with what he describes as " rheuimatismi"; and there is no history of gravel. His father's brother is the onlv relative whom he knows to have suffered from gout.
The interesting feature of the case is the condition of the bursa over the left olecranon. It forms a swelling about the size of a small Tangerine orange, and contains a mass of chalk-like concretion visible through the thin layer of overlying skin. At one part is a soft fluctuating area covered by red shining skin, suggesting the presence of pus; this has subsequently burst, exuding a thick milky fluid, which under the microscope is seen to be composed entirely of fine acicular crystals of sodium biurate. In stained film preparations a scanty number of leucocytes and amorphous masses are visible, but no organisms can be recognised.
The right olecranon bursa is also thickened and enlarged, but to a less degree than the left. Here, too, there is evidence of uratic deposit.
There is no history of definite injury to the elbows, but his employmnent as labourer and the uratic deposit elsewhere visible would explain the occurrence of a bursitis, in which gout and a repetition of slight unnoticed bruisings have taken part. The elbow-joints themselves are nmaffected and freely movable. The rarity of this situation and size of uratic deposit occurring in a mnan under the age of :30 is worth emphasising. In addition the patient shows the distribution of gout in the more common parts of the body.
